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Study on the relationship between the low expression of Cenp-E and chromosome numerical abnormality in HepG-2
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Abstract : Objective

HepG-2 cell and LLO2 cell synchronized by nocodazole were detected by flow cytometry. The chromosome assay was uesd to detected

To study the role and localization of Cenp-E gene in HepG-2 cell. Methods The cell cycle changes of
the number and karyotype of chromosome of HepG-2 cell and 1LO2 cell. Cenp-E mRNA expressions in HepG-2 cell and L.O2 cell
synchronized by nocodazole were detected by RFQ-PCR. In the mean while. Cenp-E protein localization and expressions in HepG-2
cell and LO2 cell were oberved by indirect immunofluorescence. In the end, RNAIi technology was used to further evaluated the func-
tion of Cenp-E in LOZ2 cell. Results HepG-2 cell and LO2 cell were arrested in G, /M phase synchronized by nocodazole. The chro-
mosome assay showed that the proportion of abnormal chromosomes cell in HepG-2 cell were higher then 1.LO2 cell. After synchro-
nized by nocodazole,Cenp-E mRNA and protein expressions of HepG-2 cell was higher then LLO2 cell. Cenp-E mRNA and protein
expressions of LO2 cell decreased significantly. Conclusion The low expression of Cenp-E may be one of the important reasons of
chromosome numerical abnormality in human hepatoma cells.
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